Desialation of cell surface glycoconjugates due to bacterial or viral infection can expose epitopes like T-antigenic structure which can also occur during oncological transformations. Human platelet plasma membrane glycoproteins were isolated by jacalin affinity chromatography. Potential T-antigen containing glycoproteins which were not reported before could be identified on the Western blot using peanut agglutinin -horse radish peroxidase (PNA-HRP) after neuraminidase treatment. Alpha-galactosyl epitopes recognized by anti-gal were found to be absent in human platelet plasma membrane glycoproteins. Under the experimental conditions employed, the GP IIb~ was identified most rich in T-antigenic structures. Probable role of exposed T-antigenic structures and ~-galactosyl epitopes in pathological conditions is discussed. The identity of major glycoprotein bands was conYirmed by differential lectin-binding studies with Concanavalin A on the Western blot. The higher binding affinity of jacalin for T-antigenic structures when compared to PNA enabled the isolation and detection of the antigen containing platelet surface glycoproteins which were not reported before.
MATERIALS AND METHODS
Fresh Human Blood was collected in acid-citrate-dextrose in poly-allomer tubes and processed immediately. a) Preparation of platelet plasma membraneenriched fraction : The procedure was a modification of the method I~y Jennings and Philips (4). Human platelet rich plasma was prepared and one-tenth volume of 100mM EDTA was added to prevent platelet activation. The preparation was first centrifuged at 1000 RPM for 10min at 25~ to remove the contaminant erythrocytes. A platelet pellet was obtained by subsequent centrifugation at 3500 RPM for 15rain. at 25~
It was suspended in lml of isotonic buffer (10mM Tris-HCI, 150raM NaCI, 5mM EDTA, pH 7.4) and subjected to glycerol step gradient centrifugation at 25~ to obtain a glycerol-loaded platelet pellet.
The platelets were lysed in 2 ml of a cold hypotonic buffer (10mM Tris-HCI, 10mM EDTA, lmM PMSF, 10mM benzamidine HCI, 15mM NaN 3, pH 7.4). The lysate was centrifuged at 10,000g for 10min. at 4~ to obtain the plasma membrane 
(9). Peanut agglutinin was prepared from
Arachis hypogea using cross linked guar gum as the affinity matrix. Extraction of the lectin was carried out according to Lotan et. al. (10) . Isolation of human plasma anti-(~-galactoside antibody was carried out using sugar-specific binding to galactomanan (11) . The lectins and antibody were coupled to HRP by the glutaraldehyde method. In the case of staining with Con A, the Western blot was first exposed to the lectin, followed by washing and incubation with HRP.
RESULTS
By the method described above, sufficient Figs. 2-4 . In all the cases, the relative intensity of staining was graded visually as given in Table 1 .
DISCUSSION
The present study revealed the presence of 10 jacalin-binding glycoprotein subunits on the surface of human platelets. The jacalinglycoprotein interaction was found to be sugar specific as it could be inhibited in the presence of 0.1M galactose. Investigations of jacalin's ligand specificity revealed its high affinty for ec-galactopyranosides and particularly for the T-antigen with the structure, 1-J~-D-galactopyra nosyl-3-(o~-2-acetamido-2-deoxygalactopyranoside) (13, 14) . Jacalin recognizes the T-antigenic structure on glycoproteins even when substituted with a terminal sialic acid residue (15) . In agreement with this, in our study, the (21) . The pathogenesis of ITP in children most often presents acutely following a viral infection (22) . The expression of either T-antigen or o~-galactosyl residues in pathological conditions is expected to parallel with a depression in the plasma levels of corresponding antibodies (23) . However, owing to the nonspecificity of such antibody assays, the antigen specific assays are stated to be more useful in making a diagnosis of ITP.
In human tissues, the terminal o~-galactosyl epitopes recognized by anti-gal are suppressed which maintains the immunological balance. However, this suppression is not absolute. The presence of cryptic terminal ~-galactosyl residues in human RBC as well as availability of exposed terminal o~-galactosyl residues on senescent human RBC had been noted (2). The present study proved the absence of either cryptic or exposed o~-galactosyl residues on the normal human platelet surface glycoproteins.
